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# E.BH WRESNE AMBIEAY (ginkgolide A and ginkgolide B, GKAB) 3f K Bk A £ J5 At ¥ B 1t
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MB GKAB 12.5.25.50 mg/kg iv A2 BTN SKE TAHEERRALESE O HEm, &R
GKAB 12.5.25.50 mg/kg iv 4% 8RB KGER 2 pMCAO K RS FE AR PR &K B . REBETHFERK
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on permanent focal cerebral ischemia in rats
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BREHE MNaHEERFE MRS ER.F
HEREBETE RPH EANRRS RS, X
FRHERFHWETRGHEERRN. BTRA
12 H Y (Ginkgo biloba extract, GBE) BIfK k
Bl B RGN RE AN —. B
HHBAEEEENFEAER S AEBRE N
BERBR A ERELESY AP ARELGYH B
WA AB.C.M.] KERNE . SIEABENE
¥ k3R M I /> AR 75 4k B F (platelet activating
factor, PAF) #5405/, B PAF BAKZGYH
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PAF HEHEBRNEBAENE B, KRR A HA N B
ABBRANE AMBYARE AR EZER
. HM, ARBHKIFKBEANE A FMBHERSE
¥ (GKAB) W&k 7. &2LRME GKAB X
KB K AR A o i B M R B0 E B, DL X
GKAB H) s PRI $2 S 2 4 1

1 HE5F%

1.1 Zh%:SD KR, #H, (300+10) g, FTHR, A
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XCYK (#):No 2002-0008, {# F ¥ A i SYXK
(#):No 2002-0037,
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WEEB (1 : D], EA AR TR,
A KB LA (TTC, P EEHER L
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WAL A F A7, #i5 h F20021008) , FIZE 1R
KER 4% Bl . BEBTFEHK (RBESBEE
A PR T L #E Sk 0302141), A 3h# R in 8
(BME—421A, P EE¥R ZRAEYEFETEID.
1.3 ¥

1.3.1 4. PFEFERENE SD KR 114 R, k&E
(3004+10) g, BENLAF R 6 41,4540 19 R, 25 AR
FARA, BEARIL , JE 5 F P X 254 (0. 6 mg/
kg),GKAB k.9 ./h (50.25.12.5 mg/kg) 1A J7
H, RETEEFAR 10min F,FTF ivA%. £4
FiEH 8 RARHFITITHEFS . TTC ;&4
AW RARHATRAKENME,3 RAT HE
Yeft,,

1.3.2 RRAAHRR B3 kHZE (PMCAO) #
R 4% KEEE (350 mg/ke, ip) WG
A K BUE AL B 2, JE P81 3, 40 B A U 38 3h ik
F2MBLRER BB B, FEHLH
SN Bk FEE A B M TR S BKGE O PR R R 4 HL i
A ¥ FH 20 Bk e BEL W 1M 8, ZE L 2 (8], BY — /I K —
WA R B ERR (B 2<0.3 mm) MJB B ETHAN
0, Bk, e & EEHEA E KNG ki
TR %G (29 20 mm) , 3@ 2oF FH W7 K Ao v 30 ik 0 o £
KR P 3l Bk B oL, 68 B BBk R TR R4 B 3 Ak E
AL AR BRI ], R A E shis R o X
FATEEHIE (37+0.5) C,

1.3.3 I RFERES:ARE 24 h FITITH¥E
GBI S E T AR b, 25 N5 1) — )
LR 1 4. B2 R AR A RE 1 L, a0 SR
B R 1o 3 T 5224 O 43 4 3 AR %o {00 g P o B0
JE BN R LR NE, 2 TR 1.2.3 4. ¥
BFFE L4 34 XUR w3, kB
XU BH Ay %t 2 BLA A1, 3R 0 435 1 R B X
WS TR RETEREAR S IRE. F
BLVEE,HR 1.2.3 4. BEYNETIRE—4
J& Wk, IEER WU B A ALK 77, an SR A AL K 1 %) 4
BE 7,308 0 4 BEF AWK S TREEER
itk 1.2.3 2. 040 10 4, B &, W3 W17
hE M E,

1.3.4 MEESEARBIE - K5 24 h # R EM L
B, 25 BERRLER L/ AR LB T, R 4 T ek 5
81 IEREIR SR ER P S 2 01K
M XEBOL, 56 3 TIAERIWALL .5 4 TTERIMS
mEHRZE . R TTC Jefa, LA REARN 4%
TTC 1.5 mL.1 mol/L KH,PO, 0.1 mL .4 #h Kk

3.4mL,37 C #XHfE 30 mn, EHHARRLOE,
BRRALANEMG. 4% PBEE 24 )5, HERERT
BARFEBUL R LA, DRI A AR R 5K
BRBME S ENRERABE AR, FEHR
PR,

4P R = RV AR SRR — A 25 B AR ) /R A 4
BAAE X100%
1.3.5 WE&KEWE:RF 24 h KRB B,
2 MR ER /N B AR L T, AR BUK B R B
107 C #t¥e 72h FRRT N,

BiskE=CBRE— TIRR)/MBHEX100%
1.3.6 AL E¥MNE AR 12 h B3Pk
B 3% 3.4 FRiR BB R RG e B YR 5 F X
B2 4 HEEE, AR, R 4 pm B,
#4147 HE 0, FABETUERARESEHN
1.3.7 Gt BB 245 R, F4 ] LK
RH t R,
2 #3
2.1 GKAB %t pMCAO K RA7 M iE R B 8 W - 4K
RMAKBRFARE 24 h WHEERITES K 8.81+
1. 36;GKAB 50.25.12.5 mg/kg 4 KB # 25
AR PE 4 4 B B AE N 4.81 + 1.98, 6.63 & 1.58,
8.19+1.56; 5 B A 41 A b, GKAB 50, 25 mg/kg
HARARE 24 h HHRERTISERBE (P<
0.01.0.05), Z5##ER GKAB A g# pMCAO X
RA SR, SRLE 1.

##

10
1 . . #
8 * %

BFEAR BA EEMT S0 25 125
GKAB/(mg-kg™')

H5EBEFRHAWE: 7*P<0.01
SR E: P<0.05 **P<0.01
## P<0. 01 vs Sham group
*P<0.05 **P<C0.01 vs model group
H 1 GKAB 3 pMCAO B& X B ITAH T 5 H* M
(x£s, n=8)
Fig.1 Effect of GKAB on neurological symptom

of pMCAO model rats (x+s, n=38)
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2.2 GKAB X pMCAO X B i 45 2 (& B i) B i
BRI K BRAY B AR SEAR B R (27.45£5.54) o5
GKAB 50.25.12. 5 mg/kg £ f) i 5 504k 243 51388
A FE (18.43 + 3.47)%. (20.95 + 3.62)%.
(23.124+ 4. 1) % s FHM R R FF N 32.87%.,
23.69%.15.77% . GKAB 50.25 mg/kg #4895
RAERSEBEAHKAERTRESEER (P<0.01,
0.05), #7~ GKAB WA KBURBIEHA, 4R
WA 2,
40 H

30
* %

20

I HESEARER /%

BFEAR #H4 BEMT S0 25 125
GKAB/(mg-kg™)

HS5EFRALE: **P<0.01
S#MEKE. *P<0.05 **P<0.01
## P<0. 01 vs Sham group
*P<0.05 **P<C0.01 vs model group
2 GKAB % pMCAO X [ RSi#8 7¢ {6 R ) %
(x*s, n=8)
Fig.2 Effect of GKAB on cerebral infarction volume
_ on pMCAO of rats (xts, n=8)
2.3 GKAB %f pMCAO X Kl i & 7k B8 ¥y 5% mi - 8
BAKRROMEKE [(84.79£1.20% 1B ER T
BFERM [(79.9740.52) %] (P<0.01), GKAB

T S T,

50,25.12.5 mg/kg 4 K KW & K& 7 5 A& N
(83.54 + 0.86)%. (84.15 + 0.36) %, (84.5 %
0.59) %, SEBMHAMIL,.GKAB AN BHAEERE
PR (P<0.05), ERLAE 3,

#H

86
;—.[— * * _L

84 ‘L\‘H—L

82 1

80
78 4

BTFAR BA BREMF 50 25 125
GKAB/(mg-kg )

foa K E /%

S5BFRALE: **P<0.01
HEAH LR, * P<0.05

## P<C0. 01 vs Sham group

* P<0. 05 vs model group

B 3 GKAB 3 pMCAO X B & 7k B i % il
(x+s, n=8)
Fig.3 Effect of GKAB on brain water content
in pMCAO of rat (x*s, n=8)
2.4 GKAB Xf pMCAO KERNAREEENE
W :HE REHLRER,BFARAAKRKMEZER R
370 A 5 R 401 R R K I 2 AR BEAL 0 X K B
WEMBER REMEARKES HETFREES
WU B FE KL A B K B 40 MO I 46 L R Bt sGKAB 41K
SR KC B Bz J2 AR Bk v DX B 22 4 O Bk 2k B /0 TR
B, KRB SR E AR BNEL, ER
SR MMEMRAFTE. SRLAE 4.

TP q

A-BFEAR4 BHEEM C-EBEMBTFH D~F-GKABS50.25.12.5 mg/kg 4
A-Sham group B-model group C-nimodipine group D~F-GKAB 50, 25, 12.5 mg/kg group
B 4 GKAB 3} pMCAO XB ALK SFHIKM
Fig. 4 Effect of GKAB on histomorphology of brain tissue in pMCAO of rats

3 iFig

KRR v 3 R ORE A2 i A e i & R BB AL KM
3l ok B 2 R B 9 3 3 A A S JR ki i e L B AT 1 3
YRR, 50 R e A K e 2 3R Je ki 4 A R R A 36
L. A Sk A R R R K 2 07 1 2 Rk AR B 28
i s Bk BT B, B P KU A R B E A IR B &

HEERMR ALK, LR pMCAO #EIA] G
516 R 50 SEBR 1B 00 E AR . AL E GKAB Xt
KB A T K B o 3 Bk BEL2E i DR 4 1 R L 5 SRAE A
GKAB 25.50 mg/kg RJF 10 min 183 iv A% 1
W, A B EME pMCAO K RI7 R BT, W/ i 18
BE T B, U M K P AR AUE A O,
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GKAB »f gk iil A RIF1ER .

GBE BB ZEY¥HN, ik WARA NEES
30 By 36 oG 1L 8 B B 5 H 4 PAF . 1 &) M 42 T8
B TE R B HTEE 0] S8R SR L U A A L 3
MR BFEERA X, H BT NS st
I P G 455 54 43 AL B 5T B L SCRRRE B
F-«kB (Nuclear factor-xB, NF-«B) BN R R IEH
BE | 0 38 B 0 R0 = A O T S AR R SR B
BRAET. EERMBIRRY,NF-«B 7T H
25T JBE T 40 M A LB Y B R R, B NF-«B 7
SRR RFEEL R P REEENER. RE%¥
FHANX NF-«B EMETTEF R TP REHR RN
B (MEIAT, EREEFMEN RH#AFAT) 7
S HRIEE R AR A, BIE 8 NF-«B I
B A NF-«B #06 M A mA R, 2%
WA kI 4 o R B AR B) NF-«B 7281t X 0 2 40 i
VIR 33 T AR 3 4 2 A MO S -0, NF-«eB p50 it
% W 3h oy X B i o KA B BT AE R0, NF-«B
decoy ZNBEVR % Gk M ME B 450 IEBIBE TR,
NF-«xB /) # P & 7l — 22 & R-32 1 22 & ]-36
(IKK B4MR4L TkBa BHRAL) RAEHY IcBa % 2 H /)
BRI 2 7k A A K B 3 Bk BEL 28 i B4 i 4 B AR AR AN
T T SCERIRGE VF S AL TE A M NF-
kB I , 76 R R il B R M B AR E R B AT
72 B GRLAAY DA TG T A R R K LR A e i R Y i 41
LA LA FZ® (MDA) K, F A5 B 5 it
FALE R, [7] o 7+ B AL Y B LB (SOD), iE R
R H AR (GSH) JKF, fn iR i 4 E PR B F
B R BRD0 E  H AR P S
15149 i 15 FA T B 5 400 ol o R 1L BF NF-«B HOBIE B
K. kR L NF-«B #1805 2% 2 GKAB &
PEMERBR GRS FILEZ— ARFH#E—-FRA
MR,
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